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A series of patients who had suffered from flail chest were studied by these techniques and it was shown that all patients had normal arterial carbon dioxide tension but were hypoxic when breathing air. Furthermore, when they spontaneously breathed a 100% oxygen mixture this did not correct this arterial hypoxemia. The gradient for oxygen between the alveolus and the artery remained extremely high, probably due to a shunt effect. However, when these patients were mechanically ventilated it seemed that the atelectasis was overcome and arterial hypoxaemia disappeared, with an enormous decrease in the gradient for oxygen across the alveolus. It seems likely, therefore, that the primary defect might be one of atelectasis.
It was shown that a decision could be made as to the need for ventilatory treatment before the matter becomes clinically and imperatively obvious. If such patients are given 100% oxygen to breathe, and the gradient between alveolus and the arterial blood is over 350 mmHg, then mechanical ventilation should be started because it will surely be needed before the day is out.
A Mitral Valve Prosthesis by L D Abrams MB FRCS (Queen Elizabeth Hospital, Birmingham)
This preliminary communication presents the mitral valve prosthesis I have developed with Joseph Lucas Ltd during the last three years. Made entirely of polypropylene, it consists of an outer ring with an orifice 24 mm in diameter and an outside diameter of 32 mm. Incorporated in the outer edge of the ring is a specially made felt sewing ring with two layers of cloth incorporated so that it cannot tear. Projecting towards the centre of the ring are two slender hooks. These support two hooks attached to the upper surface of the thin saucer-shaped 28 5 mm diameter flap. This flap drops away from the ring for the full length of the hooks and also swings through an angle of approximately 55 degrees. The valve is placed in the heart with the suspension mechanism adjacent to the aortic valve so that the flap opens in the same direction as the aortic cusp of the mitral valve and lies parallel to the ventricular septum. The flap weighs 900 mg so that its inertia is low.
This prosthesis has been used in 16 patients since October 1966. It makes a high-pitched closing click which can be heard most easily about 2 feet from the patients who do not find it objectionable. Three patients have had tachycardia with rates of 190 per minute without any ill effect. Twelve patients have had single valve replacement with 2 deaths. Two patients had mitral and tricuspid valves replaced, both died. Two patients had the mitral valve replaced with this prosthesis and the aortic valve replaced with a Starr prosthesis, one of them having a tricuspid annuloplasty as well. Both remain well. No patient has suffered systemic embolus.
The following paper was also read:
Cerebral Aneurysms Treated with the Help of Circulatory Arrest Mr J M Small
The following films were shown: Gastroplasty Mr J Leigh Collis Abdominal Aneurysmectomy Professor G Slaney and Mr F Ashton
